Phorbol ester blocks the increase of a high affinity GTPase activity induced by delta 2-opioid receptor agonist in the mouse spinal cord.
The high affinity GTPase activity in the mouse spinal cord was increased in a concentration-dependent manner by a selective delta 2-opioid receptor agonist, [D-Ala2]deltorphin II (0.1-1 microM). This increase of GTPase activity induced by [D-Ala2]deltorphin II was completely blocked by co-incubation with a selective delta 2-opioid receptor antagonist, naltriben (0.1 microM). A protein kinase C activator, phorbol 12,13-dibutyrate (PDB; 0.1-10 microM), which given alone had no effect on basal GTPase activity, blocked dose-dependently the increase of GTPase activity induced by [D-Ala2]deltorphin II (1 microM). Our results indicate the possibility that activation of protein kinase C by phorbol ester uncouples the delta 2-opioid receptor from G-proteins in the spinal cord.